We report a case of chronic herpes simplex in a 27 year old lady presenting with a history of persistent verrucous ulcer in the natal cleft of nine months duration. The patient was diagnosed and treated initially as a case of Tuberculosis Verrucosa Cutis (TVC) based on the chronicity of the ulcer, negative HIV serological tests and histopathological findings. The diagnosis had to be revised as the lesion was increasing in size and the patient was not responding to treatment even after completing antituberculous treatment for six months. Repeat histopathological examination and immunohistochemistry showed DNA of herpes simplex. Based on this finding a repeat HIV serology was sent which was positive. The ulcer healed after a course of acyclovir. The case is being reported to highlight the importance of considering chronic herpes simplex infection in a case of chronic genital ulcer. In addition this case reminds us the nature of HIV infection to mislead the diagnosis by altering the natural course of the disease process.
Introduction
Herpes simplex virus type 2 (HSV-2) infections is the most common cause of genital ulcerative disease in the developed world. Its etiological agent is herpes simplex virus type 1 (HSV-1) or 2 (HSV-2). The principal route of infection with HSV is asymptomatic viral shedding. The infection is life-long; despite treatment [1] . The clinical polymorphism of Chronic herpes simplex virus (CHSV) and chronic varicella zoster virus (CVZV) makes their recognition difficult [2] . We report a case of chronic ulcerating genital herpes simplex virus infection in a HIV infected patient because of the tendency on part of physician to overlook the diagnosis when HIV infection is not suspected.
Case Report
A 27 year, widow from Palpa district of Nepal presented with a single, asymptomatic, 3x2cm mobile and non indurated verrucous plaque over natal cleft since nine months which was slowly progressing. It was associated with low grade fever that subsided spontaneously. She was diagnosed as Tuberculosis Verrucosa Cutis (TVC) on the basis of clinical, laboratory (Total WBC count: 6310; N48, L45, ESR: 60mm Wintrobes, Mantoux test: induration diameter = 0mm) and histopathological findings (neutrophilic and lymphoplasmacytic infiltrate, necrosis with aggregates of epitheloid cells, Periodic acid Schiff and Ziehl Nelson Stain were negative). She was started with a course of Anti-Tubercular Therapy (ATT) which was followed by decreasing size of the lesion during the initial one month period. Gradually, after two months, the lesion started ulcerating and she also developed new well defined 1x1 cm discrete, punched out, non tender, kissing ulcers over labia minora (Fig. 1) . Her serology for HIV was negative. VDRL and pathergy tests were also negative. A repeat biopsy was done and the histopathological findings showed chronic ulcer with vague granulomatous reaction in the dermis; suggestive of healing tuberculous lesion. ATT was continued for 6 months but no improvement was noted and she was also started with oral doxycycline with slight improvement in the first two weeks. The patient lost follow up for 4 months and had discontinued the medication when she presented to us. The lesions had now coalesced to form two large painful ulcers with sero-purulent discharge involving the peri-anal area and the labia minora. Other mucosal surfaces, hair and nails were spared. There was no lymphadenopathy, no history of night sweats, weight loss, and decreased appetite, joint pain, bleeding manifestations or ophthalmic problems.
www.odermatol.com There was no history of blood transfusion and extra-marital sexual relationship. Her husband, who worked abroad, expired eight years back because of pulmonary tuberculosis. The patient was not responding to any of the treatments provided which prompted us to revise the diagnosis. On further histopathological work up, Immunohistochemistry for Herpes Simplex virus type 1/2 was positive with reactivity in the nuclei of enlarged and multinucleated keratinocytes. Also a repeat serology for HIV was sent which to our surprise was positive with CD4 count of 39cells/mm 3 . She was then started on Acyclovir 200mg five times a day with improvement after first week of therapy (Fig. 2) . She was also started on anti-retroviral drugs.
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Discussion
Genital herpes is the most frequent cause of genital ulcer diseases. Other agents responsible for genital ulceration are Haemophilus ducreyi, Treponema pallidum, Kleibsiella granulomatis, Chlamydia trachomatis (LGV strain) [4] . Herpes is the fourth commonest sexually transmitted disease; the first 3 being chancroid, gonorrhoea, and genital warts; genital herpes accounts for 22.4% of the new patients [5] . In the United States of America it is commoner than gonorrhoea and has increased 9 folds in the last 2 decades [6, 7] . Also in a study done by Shobhana et al, out of 410 HIV seropositive patients 40% had mucocutaneous involvement and genital herpes was the most common genital ulcer disease [8] . Herpes simplex is known to occur as a manifestation of AIDS, where it is more severe and atypical and perianal lesions are characteristic [9] . In our patient the presentation was a persistent mucocutaneous wart-like and ulcerative infection, which is one of the commonest atypical presentation of chronic herpes simplex virus infetion associated with HIV. It may occasionally present with other types of immunosuppression as well [3] . Low CD4+ counts also act as a marker of HIV disease progression [10] .
Conclusion
A high index of suspicion is necessary to pick up a case of HIV positivity from an outpatient department. HIV can lead to bizarre presentation of common conditions like herpes, so awareness of the disease and its various manifestations becomes immensely important for proper diagnosis and treatment of our patients. 
